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aureus, for example, produces a coagulasc which lias a striking
effect in accelerating and intensifying clotting. But such explanations
cannot be justifiably applied in all cases. In view of this fact., a
number of observers hold that thrombosis may occur simply as the
result of stagnation of the blood, anc^they accordingly speak uf xlatic.
thrombosis. It must be admitted that abnormal slowness of tho blood
stream is an important contributory cause, and will act especially
when the lower part of the body is immobilised ; and we may say
also that in many instances thrombosis would not have oeenrrod had
such stagnation not been present. But even with a slow blood stream,
provided that the vascular intima is healthy, there is no evidence,
experimental or otherwise, that the formation of a thrombus will
occur. It seems to us that we must assume in such cases tho pi'oseneo
of some local lesion of the intima, which may bo the result, of a. mild
infection, malnutrition or toxic action. Its nature, however, is often
quite obscure.
There is no evidence that leucocytes play an important, part in
the formation of thrombi, although at places they may oceur in
considerable numbers, in crevices or entangled in the fibrin. In
leukaemia, however, where the leucocytes are in great excess, they may
accumulate in masses, and lead to obstruction. In this ease we may
speak of leucocyte thrombi. Secondary invasion of tho blood by
bacteria is common in this disease, however, and it appears likely that
they may be the means of starting the formation of tho thrombi.
The bites of certain snakes cause extensive thrombosis, or rather
coagulation of the blood in the vascular system, as tho venom is a
powerful thrombokinase. This fact is utilised in the quantitative
estimation of plasma prothrombin and also clinically in tho treatment
of haemorrhage after tooth extraction in haemophilia.
Sequels of Thrombosis.   The normal occurrence may bo said
to be the process of organisation.   The thrombus becomes perinea tod
by young connective tissue cells and capillaries, the latter growing
in from the vasa vasorum and from the intimal endothelium ;   its
substance becomes gradually absorbed and ultimately replaced by
connective tissue.   In some instances the young vessels which grow in
from the endothelium covering the thrombus anastomose, and then
undergo enlargement; in this way a new channel may be .formed
and the thrombus is said to be canalised.   The restoration of tho
channel may occur also from a shrinking of the thrombus (p. 109).
The process of organisation requires a comparatively healthy state
of the vessel wall, and when the latter is the seat of disease, e.g. is
fibrosed or calcified, there may be little or no organisation ;  in this
case the thrombus may become inspissated, shrink somewhat, and
at a later period become calcified.   A hard calcareous mass or phle-
bolith may thus form in a, thrombosed vein.   In certain cases thrombi
may become infected with pyogenic organisms and may undergo
softening "by their action.   A thrombus in a vein, for instance, may